Response
We thank Licata at al to the interest they show in the difficult question of diabetes and stroke.
For the first remark, we classified the patients in accordance with the WHO diagnostic criteria for diabetes used in 1993 for a study that took place at this time.
It was not possible to translate the data observed in 1993 with diagnostic criteria defined in 1997. We enrolled patients with repeated fasting plasma glucose level performed in all centers Ͼ7.8 mmol/L, so patients with transient stress response hyperglycemia were not enrolled. With our criteria, we enrolled 937 diabetes patients representing 21% of the stroke group, which is the usual data in the literature.
The second remark is interesting. The TOAST classification had not yet been published at the time we were planning our study. The Oxfordshire Community Stroke Project Classification is extensively validated and offers large value for multicenter epidemiological studies such as ours. Finally, it is not possible to translate from a classification used as in a large study as ours, to another one.
In response to the third remark, we did not use the Scandinavian Stroke Scale in the acute stage, because our aim was to study handicap (Rankin Score) and disability (Barthel index) at 3 months, compared with all clinical symptoms and deficits analyzed one after another.
With regard to the fourth remark, we are happy to see that the authors have found similar results with the large place of lacunar infarct, but these results were not easily available or had been only submitted.
We agree with the authors' conclusion to recall the role of diabetes in the development of cerebral microangiopathy and lacunar infarction. This role may explain the lack of high mortality in the diabetic group in the acute stage. However, the likelihood of handicap and disability are high.
